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risk of thrombosis. Additionally, the risk of thrombosis increases by as much as 24-fold in from Precision Biologic (CCS-30). Obese + oral contraceptive agents showed higher risk of
obese individuals who use oral contraceptive agents (3). The female hormone estrogen also Table 1. Average Obesity Prevalence by State. The Centers for Disease Control and Prevention contraceptive users show less PS activity and PS thrombosis.
decreases plasma PS levels by 2-3 fold (4). Thus, women who use estrogen-based oral reports Louisiana as the fourth most obese state with 36.8% of the population being affected by obesity. levels in plasma than the obese group who
contraceptive agents experience reductions in PS abundance, resulting in the greater risk for This shows how significant the problem of obesity being a common risk factor for increased risk of shows less than the control group.
thrombosis. Estrogen suppresses PS levels by inhibiting PS gene transcription; estrogen thrombosis is in the state of Louisiana.
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